The pathogenicity of Pseudomonas aeruginosa is not well defined in spite of the fact that this organism has been isolated from infections occurring in essentially all parts of the human body (Forkner, Pseudomonas aeruginosa Infection, Grune and Stratton, New York, 1960). The organism is generally considered to be an opportunist, secondarily invading (i) those areas of the body where the defense mechanisms are weak, i.e., surface of burns, urinary tract, etc., or (ii) debilitated patients. In the course of our study of these microorganisms isolated in the diagnostic laboratory it became of interest to determine if strains isolated from severe infections were more pathogenic for mice than those isolated from mild infections. An attempt was also made to determine the difference, if any, in the virulence of the pigmented and nonpigmented strains.
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Cultures identified in the clinical laboratory as P. aeruginosa by the methods previously described (Gaby and Free, J. Bacteriol. 65:746, 1953; J. Bacteriol. 76:442, 1958) were selected at random on primary isolation. Cultures were grown in trypticase soy broth at 37 C for 24 hr. In all experiments the strains were never more than two subcultures removed from the original isolate. The 24-hr culture was diluted in sterile saline and 0.5 ml of the various dilutions injected intraperitoneally into randomly bred white mice weighing between 20 and 25 g. Never less than three and generally four or more mice were injected with each test dilution. The undiluted cultures were injected into the least number of mice. Viable bacterial counts, ranging from 1.6 X 108 to 5.4 X 109, were made by plating dilutions of the culture on trypticase soy agar. When spreading certain of these cultures, it was found that more accurate counts could be obtained by increasing the agar concentration of the media to 3%. Several strains were extremely flocculent and had to be excluded from the study because accurate plate counts could not be ascertained.
The LD50 values of representative strains from a total of 23 tested are listed in Table 1 . Death occurred within 24 to 72 hr, although the majority,, receiving the greatest concentration of micro- organisms, died within 24 to 48 hr. P. aeruginosa was recovered from the heart blood of all dead mice. The surviving mice were killed at the end of 96 hr. Grossly they appeared normal and P. aeruginosa could not be cultured from their heart blood or peritonea. It is evident from these re-NOTES genicity for mice between those cultures isolated from minor clinical involvements and those obtained from deep penetrating infections. Strains giving rise to smooth or rough colonies exhibited the same degree of virulence as mucoid strains. It was of interest to find that the bluegreen pigmented strains were generally more pathogenic for mice than were the nonpigmented varieties. On the other hand the brown-purple pigmented strains (total of three tested) were not pathogenic for mice under the conditions of the test. These results emphasize the weak pathogenicity of strains isolated from human infections irrespective of severity of clinical involvement. It was not possible to predict the mouse pathogenicity of a strain on the basis of clinical origin and gross appearance.
This investigation was supported in part by research grant (E-3778) Pullorum infection infers a malady primarily indigenous to chickens although reports of human cases occur sporadically (Mitchell and Garlock, J. Infectious Diseases 79:57, 1946) . Pullorum is universally disposed. Prior to efforts to control this disease, poultry industries were severely affected by the economic loss ensuing from this bacterial infection. The source of this disease is the reservoir of Salmonella pullorum existing within the infected host. It can be disseminated through a congenital infection via the egg, droppings, contaminated food and water supplies, and the ingestion of infected animal tissue. The problem of control and prevention centers on the detection and elimination of carrier birds.
The tube agglutination test is commonly employed to detect carriers. But time consuming features inherent in the production and preparation of antigen for the tube agglutination test tend to counteract the more favorable characteristics of this technique. As an example, the antigen, after incubation on appropriate media, is harvested, killed, preserved, and maintained in phenol-saline, and, being in solution, is subject to hydrolysis with eventual and progressive loss in titer. For use the stock antigen is first diluted to a density corresponding to a
McFarland nephelometer standard of 0.75 to 1.00 and to prevent the occurrence of nonspecific flocculation during the period of incubation, the antigen is then adjusted with dilute sodium hydroxide to a pH of 8.2 to 8.5 (Valley and Casman, J. Bacteriol. 19:36, 1930) .
In keeping with a desire to continue the use of the tube agglutination test, we have produced an anhydrous antigen preparation based on the procedures described by Roschka (Klin. Med., 5:88, 1950) . This product contains, in addition to a preservative, various chemical components that engender spontaneous predetermined density, isotonicity, and hydrogen ion concentration when dissolved in a given amount of distilled water. The antigen is stable, easy to prepare, and requires a minimum of storage facilities. This antigen is prepared in the following manner: to allow for variation in antigenic composition three strains of S. pullorum (strain 17, 19, and 20) are grown separately on thiosulfateglycerin medium (Williams and MacDonald, Proc. Book Am. Vet. Med. Assoc. p. 333, 1955) and incubated at 37 C for 48 hr. The surface is then washed off with saline and the washings supplemented with 1%, by volume, #3-propriolactone, a fast acting bactericidal agent (Curran and Evans, J. Infectious Diseases 99:212, 1956 ) that is reported to cause a minimal denaturation of protein (LoGrippo and Hartman, Federation Proc. 13:503, 1954 ). This mixture is incubated at 37 C for 45 min, centrifuged, washed three times with 95% ethyl alcohol, vacuum frozen, and compounded as follows: KH2PO4, 0.006 g; Na2HPO4, 1.5 g; NaCl, 8 g; Merthiolate, 0.1 g;
